Dear Sir, Nephritic urinary sediment is frequently found in severe proliferative glomeruloneph-ritides, renal vasculitides or other conditions, such as hemolytic uremic syndrome, acute interstitial nephritis, Hantaan virus infection or chronic septicemia [1]. We report the case of a 53-year-old man admitted the Renal Unit of the Ospedale of Treviglio, Italy, on September 20, 1993, for rapidly progressive renal insufficiency and severe hypertension associated with nephritic urinary sediment not as-cribable to the diseases mentioned above. The patient had been in good health until 1991 when mild hypertension was detected. Three months before admission, the patient had had progressive weight loss (about 7 kg) and polyuria. On admission, the patient was asymptomatic. Physical examination was normal, blood pressure was 230/130 mm Hg, heart rate was 100 beats/min and temperature was 37 °C. Chest X-rays were normal. ECG showed signs of left ventricular hypertrophy. Fundoscopy showed hemorrhages with soft and hard exudates. Renal ultraso-nography was normal. Serum creatinine was 3.1 mg/dl, serum urea 81 mg/dl, creatinine clearance 48 ml/min, plasma Na 143 mmol/l and plasma K 2.9 mmol/l. Hematocrit was 38.3%, erythrocytes were 4.3 × 106/mm3, leukocytes were 6.8 × 103/mm3 (with a normal eosinophil count), platelets were 3.4 × 105/mm3. Anti-DNA and anti-glomerular basement membrane antibodies were absent, CRP and C3-C4 serum levels were normal, p-and c-antineutrophil cytoplasmic antibodies were negative. Plasma aldosterone concentration was high (orthostatic 3,243 pmol/l, clinostatic 989 pmol/l, normal values 97-832 and 20-416 pmol/l, respectively and plasma renin activity was within the normal level (orthostatic and clinostatic values were 1.7 and 0.4 µg/l/h, normal values 1.5-5.7 and 0.2-2.8 µg/l/h. Urine output was 2,300 ml/ 24 h. There was significant glomerular pro-teinuria (3 g/24 h). Microscopy revealed typical nephritic sediment characterized by dys-morphic hematuria (about 50 erythrocytes/ HPF), leukocyturia (10 neutrophils/HPF) and severe cylindruria (more than one hyaline, granular and erythrocytic casts/LPF). On September 29, 1993, a percutaneous renal biopsy was performed. By light microscopy, only two glomeruli were found, neither of which showed intra-or extracapillary proliferation. The only abnormality consisted of severe shrinking of the glomerular tufts, as seen in ischemia. There 
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